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[ ABSTRACT ] Aim  To investigate the relationship between hepatitis B virus infection and coronary heart disease.
Methods 2974 patients according to coronary angiography results were divided into coronary heart disease group and non
coronary heart disease group.  The relationship between HBsAg positive rate and coronary artery lesion range and the de-
gree was investigated. Results 2974 cases of patients, HBsAg positive rate had statistical significance difference in
coronary heart disease group and non coronary heart disease group (P <0.05). The incidence of coronary heart disease
in HBsAg positive people was 1.230 times of HBsAg negative people ( OR =1.230, 95% CI =1.092 ~ 1.385, P =
0.004). The severity of coronary artery disease, lesion vessels had statistically significant differences in HBsAg positive
group and HBsAg negative group (P <0.05). After adjustment of confounding factors such as systolic pressure, diastolic
blood pressure, creatinine, carotid intima-media thickness (IMT) and HBsAg positive, HBsAg positive still was an inde-
pendent risk factor of coronary heart disease.  The risk of coronary heart disease was 1. 701 times when HBsAg was posi-
tive (OR=1.701, 95%CI=1.119 ~2.586, P =0.013). Conclusion There exists correlation between hepatitis B
virus infection and coronary heart disease, and the probability of HBsAg positive people suffering from coronary heart dis-

€ase may increase.
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Table 1. Comparison of clinical data in the two groups

Y (%) 57.71 £11.20 57.37 +£10.99 0.399
B2 () 1127/586 825/436 0. 835
WA (1) 671 493 0. 967
B (em) 167.93 +7.60 167.40 £13.74 0.177
MR (kg) 73.06 £14.69 73.09 +12.74  0.98
Wi (mmHg)  143.27 32,16 140. 74 £30.67 0. 03
#9E (mmHg)  90.37 +£19.05 85.54+17.10  0.01
JiE Rl (em) 92.01 £15.02 91.49 +15.53  0.35
1A (mmol /L) 5.84+1.93  574+1.92 0.19
JREA (mmol/L)  5.22 x1.41 5.29+1.44  0.17
JUUBF (wmol/L)  71.64 £16.63 70.42 £16.55 0. 048
TG( mmol/L) 3.33£1.46  3.31x1.34  0.82
TC( mmol/L) 4.17+1.12 4.21+1.02  0.22
HDLC(mmol/L)  0.96+0.32  0.99£0.39  0.81
LDLC( mmol/L) 2.53+0.89  2.53+0.88  0.88
IMT( mm) 1.00£0.24  0.92+0.21  0.00

2.2 HBsAg FHEZRELE
1713 {150 2 H  HBsAg BHTE % 85 151261
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1.092 ~1.385,P =0.004)
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0.000) , HBsAg FHPEZH SISk IMT 4 HBsAg B 2H
W34 (P =0.00;%2),

3 2. HBsAg FR$ZEF0 HBsAg [ 14 48 72 4K B0 Bk s 2= s% 34,
RERER I IMT L&

Table 2. Comparison of coronary artery lesion counts, de-
gree of stenosis and carotid IMT in HBsAg positive group

and HBsAg negative group

i H HBsAg FHI:4H HBsAg BAtE4H
AR B ks A SCE ()
EH 35 1226
53 35 550
WX 15 786
=% 35 292
TR BN WA TR EE (1)
EH 35 1226
B 5 110
hE 50 652
HT 30 866

FF kK IMT( mm) 1.03+0.21  0.93+0.22
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W e A TCAHE R AR H WACAR TR L I
WLEF #Eh Kk IMT HBsAg FHIE 5 S ERH R N H 728
i, T2 E Logistic BIASMT , #1200 AR A
45 BoRFHN K IMT  HBsAg BH e 2 56 005 19 2t <7
fER 2, Horp HBsAg BHYER 58095 19 &0 1 B A
1.701 ff% (P =0.013;%3),

% 3. ZLEIEEM Logistic EVF 5347

Table 3. Multivariate Logistic regression analysis

G s B SE Was P OR 95% CI
HBsAg FAE 0.531 0.214 6.18 0.013 1.701  1.119 ~2.586
Wi e 0.000 0.002 0.045 0.832 1.000 0.996 ~1.004
Pk 0.004 0.003 1.387 0.239 1.004 0.997 ~1.010
M LEF 0.005 0.003 3.084 0.079 1.005 0.999 ~1.010
#Fhlk IMT 5.584 2.058 7.361 0.007 266.157 4.71
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PRI 19 & 9 e B2 1. 701 % (OR = 1. 701,
95% CI=1.119 ~2.586,P =0.013) ,
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